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[ ABSTRACT] Methods 24 New

Zealand White rabbits were devided into three groups, 8 rabbits were selected as normat diet control group, 8 rabbits as higlr diet

Leflunomide;  Atherosclerosis;  Tumor Necrosis Factora;  Interleukir 6;

Aim To access the effects of leflunomide on experimental atherogensis of rabbits.
control, the others as treatment group administered with leflunomide (5 mg/d).  Serum lipids, interleukirr6 (I-6), tumor ne-
crosis factor alpha (TNF-q), atherosclerotic plaque/intima size ratio of aorta and the number of infiltrating macrophage in plaques
were detected on the 0, 8 th week. Results  Leflunomide had no effect on the lipids compared with control groups, the level

of circulating TNF-a, II-6, plaque/intima size ratio and the number of infilirating macrophage in the treatment group was lower

than that of control groups (all P< 0.001) .

of rabbits and attenuate atherogensis of rabbits.
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Conclusions LEF could inhibit the inflammation in the lesion of atherosclerosis
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(high density lipoprotein cholesterol, HDLC) 1 1% %5 & fig
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Table 1. Lipids and inflammatory factors in the blood
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TC (mmol/L) 1.18 %0. 11 1.21£0.06 1.22%0.27 1.23 0. 30 29. 40 £1. 20° 27.35%2. 23
LDLC (mmol/L) 0. 14 0. 07 0. 12%0. 05 0. 14 %0. 05 0. 15 £0. 02 21.81%1.22° 22.42%0. 12*
HDLC (mmol/L) 0.912%0.08 1. 02 £0. 01 0.97 %0. 01 0.93%0.03 1.07 0. 02 0. 96 £0. 04
TG (mmol/L) 0.36%0. 17 0. 35 £0. 06 0. 36 £0. 07 0.38%0.20 1. 81 £0. 25" 1.80 0. 11*
TNF-a (ng/L) 0. 06 £0. 02 0. 06 £0.03 0.07 £0. 02 0. 06 %0. 01 0. 32 £0. 05* 0. 11 £0. 04
-6 (ng/L) 0. 08 0. 03 0.08 +0. 02 0.07 %0. 03 0.07 0. 02 0.42 £0. 07 0. 18 0. 03*

a: P< 0.001, 5IEHXTIBAIALEL; b: P< 0.001, S5Efaik&dftt.
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Table 2. Histological analysis of the aorta of rabbit
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a: P<0.01, b: P<0.001, 5EARREAMEL.
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Figure 1. Macrophage in the aorta of rabbit
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